WE WILL relate observations made during the last ten years on primary chronic inflammation of the cystic duct: these observations will concern only a few aspects of this interesting chapter in biliary pathology, long well known, but on whose theoretical and clinical meaning no full agreement has yet been reached.
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When we refer to the cystic duct, we include also the neck and the infundibular portion of the gall bladder, which we consider an anatomical unity.
Primary chronic inflammation of the cystic duct is, in our opinion, more frequent than generally supposed. The lack of pathological reports can be ascribed to the reluctance of surgeons to remove gall bladders which do not show gross abnormalities on X-ray examination, and the tendency to consider this condition as a mere functional disorder of the biliary tract.
Our . r r* 1* , group.bmj.com on August 27, 2017 -Published by http://pmj.bmj.com/ Downloaded from May, 1965 which according to some researchers, constitutes the initial stage of chronic cysticitis. The origin of these cystic duct inflammations is attributed to a chronic low-grade bacteremia in which factors of local sensitization play a fundamental role. This is confirmed by the fact that we can observe the coexistence of chronic fibrosclerotic inflammation, foci of necrosis and recent infiltrations; and by experiments in animals, since we have been able to induce cysticitis and chronic cholecystitis by the Sanarelli-Schwartzmann reaction.
Moreover, Albot has described cystic duct inflammations in which it is possible to observe congestive and edematous phenomena of hyperergic inflammatory processes: giant-celled sclero-necrotic cysticitis.
Beside the purely inflammatory forms, there are also primary dysplastic types, in which the obstruction of the cystic duct is secondary to hyperplasia of the mucosa, as it can be observed in dysendocrine states, especially in hyperfolliculinism, which is the determining cause. In these cases the inflammatory process can appear subsequently. We have studied these forms extensively, both clinically and experimentally.
Primary chronic cysticitis seldom remains localized to the cystic duct, but extends slowly and progressively toward the infundibulum and the body of the gall bladder, by disseminated parietal lesions (Albot) . Finally, we consider the possibility that chronic cysticitis may be associated with cholesterosis of the body of the gall bladder. Our findings have demonstrated that an experimentally induced lesion of the cystic duct, followed by a hyperlipid diet, may produce cholesterosis in the animal. The diet alone is not sufficient to induce the lesion, nor the chronic cystic duct inflammation by itself.
